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Glomerular number 
and birth weight 
are not related to 
hypertension in 
African-Americans
A recent hypothesis posits that low 
nephron number may be a risk factor 
for progressive renal disease. One 
potential cause of low nephron number 
is low birth weight, presumably 
refl ecting prematurity and insuffi  cient 
development of the kidney. Because 
African-Americans have a much higher 
incidence of chronic renal disease due to 
hypertension than the white population, 
Hughson et al., as they report in this 
issue, investigated nephron numbers 
in autopsies of African-American and 
whites using stereological methods. 
Although the numbers were small, it 
was possible to show that there was a 
signifi cant relation between glomerular 
number, low birth weight, and the 
development of hypertension in whites. 
However, there was no statistically 
signifi cant relation between theses 
parameters in African-Americans. 
See page 671.
Iron infusions might 
impair endothelial 
function
Iron defi ciency is common in patients 
with end-stage chronic renal disease, 
and such patients are oft en treated with 
intravenous iron. As described in this 
issue, Katz et al. tested the hypothesis 
that iron administration might reduce 
endothelium-mediated vasodilatation. 
Ultrasound imaging of the brachial 
artery was undertaken in 40 healthy 
subjects before and aft er they received 
intravenous iron sucrose in the 
setting of ingestion of a large dose of 
methionine to induce high levels of 
homocysteine. Th e researchers induced 
transient ischemia in the forearm using 
a tourniquet and found that fl ow-
mediated vasodilatation (aft er release 
of the tourniquet) was maintained 
in subjects receiving the placebo. 
By contrast, the subjects receiving 
intravenous iron showed a marked 
reduction in the vasodilatation, 
although by 4 hours aft er release there 
was no diff erence between the two 
groups. Th ere was also no diff erence in 
the vasodilatory response to sublingual 
nitroglycerin in the two groups. Th ese 
studies suggest that iron might have 
a deleterious eff ect on endothelial 
function during its infusion. 
See page 679.
Bacterial products 
may influence oxalate 
transport in the colon
Oxalate excretion, and hence 
lithogenicity of urine, is critically 
dependent on oxalate absorption. 
Hatch et al., as they report in this issue, 
colonized rats with the bacterium 
Oxalobacter and found, as expected, 
that their urinary excretion of oxalate 
was reduced, most likely owing to 
degradation of oxalate in the colon. 
Further hyperoxaluria (induced by 
ethylene glycol) was reduced in animals 
fed capsules containing lyophilized 
Oxalobacter. Th is suggested that 
endogenously derived oxalate is secreted 
into the colon and then reabsorbed, 
and that the bacterial products reduced 
the reabsorption either directly or by 
degrading the secreted oxalate. To 
distinguish between these possibilities, 
the authors studied bidirectional oxalate 
transport in short-circuited proximal 
and distal colon taken from control 
animals and from those colonized by 
Oxalobacter. Remarkably, the colonized 
animals showed a net secretion of 
oxalate. Whether the bacterial material 
acted to promote the secretory fl ux 
or reduce the absorptive fl ux was 
somewhat less clear. Th ese studies will 
need to be followed up to identify the 
components of the material that are 
active in transport. See page 691.
Calcium transport in 
the kidney
Th ere has been much recent excitement 
resulting from the elucidation of the 
molecular machinery for calcium 
transport in the renal tubule and 
intestine and of the molecular 
mechanism by which hormones 
regulate this process. In this issue, 
Lambers et al., who have made many 
of the critical advances in this fi eld, 
review the new developments. Calcium 
enters the cell (in the distal tubule) 
through an apical calcium channel, 
TRPV5, but owing to its critical role 
in cell metabolism, it immediately 
gets bound to a protein calbindin. 
Calcium then gets pumped out of the 
cell against an electrochemical gradient 
by two mechanisms, involving a 
calcium ATPase and a sodium-calcium 
exchanger. Th e authors review the roles 
of parathyroid hormone, vitamin D, 
and estrogens in the regulation of the 
expression of the calcium transport 
machinery. Th ey also discuss the role 
played by dietary calcium in aff ecting 
the expression of these proteins. 
See page 650.
